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Extraluminal lipoma with common femoral
vein obstruction: A cause of chronic
venous insufficiency
Antonios P. Gasparis, MD, Stylianos Tsintzilonis, MD, andNicos Labropoulos, PhD, Stony Brook, NY
A 49-year-old man, with a misdiagnosis of common femoral vein deep vein thrombosis presented with advanced
chronic venous insufficiency. Further imaging revealed a patent common femoral vein with augmentation that was
compressed by an extrinsic mass. Exploration identified a lipoma that was extravascular and was resulting in venous
outflow obstruction. Excision of the lipoma resulted in clinical improvement and ulcer healing. ( J Vasc Surg 2009;
49:486-90.)Chronic venous insufficiency (CVI) is a result of either
primary or secondary causes. Themost common etiology of
secondary CVI is deep venous thrombosis (DVT), which
may result in venous obstruction and/or reflux. Non-
thrombotic causes of CVI include external compression by
adjacent arteries, ligaments, tumors, aneurysm, fibrosis,
and cysts.1-3
Lipoma is the most common tumor in the human body
that develops as a benign lesion of the adipose tissue.
Usually, it requires intervention for cosmetic reasons, to
rule out malignancy or to relieve symptoms of compression
on adjacent organs. It has been reported that there are
some unusual areas where a lipoma can develop, such as the
heart, the venous wall, and the central nervous system.4-6
Venous wall lipomas are rare and have been described in the
inferior vena cava, the superior vena cava, the common
femoral vein (CFV), and the brachiocephalic veins.7-9 We
report an extravascular lipoma compressing the common
femoral vein found in a patient presenting with CVI.
CASE REPORT
A 49-year-old, morbidly obese, male presented with pain,
edema, and advanced skin changes in his right lower extremity. He
had a history of diabetes, hypertension, and previous DVT. There
was no history of surgery, trauma, or long distance travel. On
physical examination, the edema in the right limb extended from
ankle to thigh, with circumferential skin changes in the calf and a
healed ulcer. The left limb hadmild edema with early skin changes.
The right thigh in the morning measured 70 cm and the left 54 cm
in circumference (Fig 1).
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486Multiple episodes of DVT in the CFV had been reported since
2001. Initial duplex ultrasound (DU) showed isolated thrombosis
of the CFV measuring 9.6 mm. The patient was treated with
anticoagulation and subsequent DU showed persistent occlusion
with dilatation of the CFV to 22mm in 2003 (Fig 2). Later, he was
evaluated for a venous stasis ulcer that was managed with inelastic
compression bandages. His venous DU at this time showed no
evidence of deep or superficial reflux, with isolated CFV occlusion
and dilatation of the vein to 30 mm (Fig 3, a). Suspicion for
underlying iliac venous outflow obstruction prompted a CT
venogram, which did not show any evidence of iliac obstruction
but identified a lesion with cystic characteristics adjacent to the
right common femoral vein measuring 30mm (Fig 3, b and c). The
mass, which was previously thought to be a thrombosed CFV, was
compressing the vein and causing venous outflow obstruction. The
patient refused any surgical intervention and was lost to follow-up.
He finally returned with worsening symptoms, and repeat venous
Fig 1. A picture of the patient’s lower extremities early in the
morning. Right leg with edema and skin change consistent with
chronic venous insufficiency. Left leg with mild edema and early
skin changes. The right thigh circumference 70 cm and the left
54 cm.DU showed that the CFV was patent with augmentation but
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saphenofemoral junction (Fig 4, a and b). Ascending venography
via a popliteal approach was performed and showed CFV obstruc-
tion with minimal collaterals. Distal augmentation demonstrated
that the vein was patent (Fig 4, c-e). Pullback pressure measure-
ments were obtained and showed a pressure gradient of 15mmHg
across the level of occlusion. The differential diagnosis at this time
was vein wall tumor or adventitial cyst resulting in external CFV
compression.
The patient was taken to the operating room for exploration,
resection, and possible venous reconstruction. Upon opening the
femoral sheath an encapsulated structure was identified, which was
compressing over the anterior wall of the CFV (Fig 5, a-c). The
capsule was opened and an underlying lipoma was released. The
lipoma was dissected out, the vein decompressed, and DU showed
no evidence of residual obstruction. Final histopathology showed a
benign lipoma (Fig 5, d). Postoperatively, the patient developed
superficial fat necrosis, which required wound debridement and
VAC therapy. At 3-month follow-up, the thigh circumference in
the right leg was 58 cm, his edema improved, the leg ulcer healed,
and DU showed a patent CFV.
DISCUSSION
Lipomas usually extend in subcutaneous tissues rather
than deeper tissues and rarely may be compressive. Intra-
vascular and extravascular lipomas have been reported caus-
ing obstruction and symptoms of swelling of the lower
extremities. Intravascular lesions are found in the inferior
Fig 2. Duplex ultrasound in 2003 showed persistent occlusion of
the common femoral vein measuring 22 mm, which progressed
from 9.6 mm in 2001. SFA, Superficial femoral artery; DFA, deep
femoral artery; CFV, common femoral artery.vena cava, external iliac, CFV, brachiocephalic vein, and theheart.7-9 There are only three cases of extravascular lipomas
causing venous compression and presenting with venous
thrombosis. Rubegni et al10 report a recurrent superficial
thrombophlebitis involving the left thoracoepigastric vein
attributed to a benign abdominal lipoma in a 48-year-old
woman without any other risk factor for thrombosis. The
patient underwent surgical resection with no recurrence.
Brady and Spence11 report a chronic lower extremity deep
vein thrombosis in a 43-year-old woman without throm-
bophilia associated with right femoral vein compression by
a lipoma. The patient was treated with anticoagulation and
had improvement. No surgical resection was performed.
Gallien et al12 report a 60-year-old presenting with dyspnea
and found to have bilateral pulmonary emboli. DU of
extremities did not find a DVT in the lower extremities but
identified a right internal jugular vein thrombus. Further
imaging revealed a 5 cm right preclavicular and antero-
lateral cervical mass. The patient was treated with anticoag-
ulation subsequently underwent surgical resection and his-
topathologic examination confirmed it to be a lipoma. No
recurrence of thrombosis occurred, with a 3-year follow-up
period without anticoagulation.
In our case, the patient original presentation was mis-
diagnosed with DVT. He was treated with anticoagulation
and similar to Brady and Spence10 there was no clinical
improvement with persisted CFV obstruction. The error in
diagnosis occurred because of the echolucent appearance of
the mass that seemed similar to acute thrombus with DU.
Unchanged echolucent appearance on subsequent DU,
progressive growth and CT imaging lead us to suspect an
extrinsic mass compressing the vein. Unlike previously re-
ported cases our patient did not have a DVT and this was
confirmed both with DU and venography, which demon-
strated a patent CFV with distal augmentation. This is the
first case of CVI occurring in a patient by venous compres-
sion from a lipoma. Similar to Gallien et al12 and Rubegni
et al10 successful resection of the lipoma resulted in clinical
improvement with no recurrence.
Advanced CVI is more likely to occur in patients with a
combination of reflux and obstruction and in patients who
have pathology involving multiple venous segments, yet
our patient with single level obstruction and no underlying
reflux developed advanced skin changes and ulceration.
Johnson et al13 studied acute DVT in 83 limbs of 78
patients with a median follow-up time of 3 years. Reflux or
obstruction alone led to mild or no symptoms, while the
combination of reflux and obstruction increased the odds
by 3.5 times of developing post-thrombotic syndrome.
Neglén et al14 analyzed 447 limbs in 429 patients suffering
of venous outflow obstruction. Again the presence of both
reflux and obstruction produced more severe signs and
symptoms of CVD compared with obstruction alone
(CEAP class 4-6, 53% vs. 24%; P 0.001). Active ulcers in
limbs with the combination were seen in 24%, compared
with 3% in those with obstruction alone (P  0.001).
Yamaki andNozaki15 prospectively evaluated 70 limbs with
DU-confirmed acute DVT. With serial DU follow-up, they
reported that patients with isolated segmental DVT rarely
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patient had underlying morbid obesity and although not as
impressive, he had swelling in the contralateral limb with
some early skin changes (Fig 1). Padberg and colleagues16
found that two thirds of patients with class III obesity had
severe limb symptoms, typical of vein disease, without
anatomic evidence of venous abnormalities. This suggests
that obesity itself contributes to the limb morbidity. The
presence of an underlying anatomic venous abnormality in
our patient we believe contributed to the severity of his
symptoms.
The location of the lesion and patency of the vein we
believe explains the severity of symptoms in our patients.
The lipoma was located over the anterior wall of the CFV at
the level of the saphenofemoral junction. Patients who have
CFV obstruction secondary to DVT develop several collat-
Fig 3. Duplex ultrasound in 2008 with persistent occ
30 mm (a). Cystic appearing mass compressing the c
vessels (b) and (c).eral pathways over time to compensate. These collateralsare formed via the tributaries of the great saphenous vein
(GSV), the deep external pudental vein, and the profunda
vein. The deep external pudental vein unites the CFV
opposite to saphenofemoral junction. Compression of the
CFV over the saphenofemoral junction precluded develop-
ment of collaterals via the GSV and pudental vein tributar-
ies. This left the profunda vein as the only possible collateral
pathway. In addition, although the vein was compressed,
during ambulation the vein was patent and as such there
was no need for collateral formation.
Treatment of iliac venous obstruction with endovascu-
lar stenting has been increasingly used and described in the
literature.17 Extension of stents across the inguinal liga-
ment has also been reported with good midterm results.18
Treatment with an endovascular procedure was considered
with our patient because of his morbid obesity. Since there
n of the common femoral vein and increase in size to
on femoral vein (arrow) and displacing the femorallusio
ommwas documented increase in size of the mass over the years,
demonstrates patency of the common femoral vein (b), (d), and (e).
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compressing the underlying common femoral vein. b, An extravascular lipoma was released once the capsule was
opened. c, Underlying common femoral vein following removal of lipoma. d, Low power view of lipoma, 40Fig 4. Duplex ultrasound and venography with minimal flow in supine position (a) and (c). Distal augmentationmagnification. Varying sizes of normal adipocytes.
JOURNAL OF VASCULAR SURGERY
February 2009490 Gasparis et alwe include a tumor as part of our differential diagnosis and
consequently we decided to treat the patient with an open
exploration. This allowed pathologic identification of the
mass and provided the best long term results for the patient.
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